absolutely normal in texture and distribution while on thyoxine maintenance dose. To conclude, hair follicles need adequate and correct levels of thyroxine to have appropriate hair growth and all children on levothyoxine should be monitored for serum levels of T3 and T4.
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Dermatophyte infection encircling vitiligo
Sir, Tinea corporis is a superficial fungal infection of glabrous skin caused by various species of dermatophytes; epidermophyton, trichophyton, and microsporon. Vitiligo is an autoimmune disease. The occurrence of tinea bordering vitiligo patch is unique and literature search could yield only one case report.
A 30-year-old woman presented with annular itchy, scaly patch on right lower back of one week duration. She was a known case of vitiligo on combination therapy (PUVA and tacrolimus 0.1%) for the last two months and was responding satisfactorily. There was no history of diabetes mellitus or hypertension and she was not on any other medication including immnosuppressives. Family history was negative for similar skin ailments. Cutaneous examination revealed multiple depigmented patches distributed on upper and lower limbs and trunk varying between 2 and 5 cm in size, most of them showing follicular pigmentation. An oval depigmented patch on the right lower back measuring 5 × 3 cm, was encircled by papules, pustules, and scaling [ Figure 1 ], suggestive of dermatophyte infection. Other vitiligo patches did not show any clinical evidence of dermatophyte infection. Hair, nails, and mucous membranes were normal. There was no clinical evidence of dermatophyte infection over other parts of the body. A clinical diagnosis of tinea encircling vitiligo was offered. Her routine blood chemistry including renal function test (RFT) and liver function test (LFT) was unremarkable and serology for human immune deficiency virus (HIV) and VDRL was nonreactive. Scrapings from the margin of the plaque revealed fungal elements on potassium hydroxide 10% mount [ Figure 2 ] and culture on Sabouraud's dextrose agar showed raised creamish-white downy colonies and reverse showed yellow-brown pigmentation, characteristic of Trichophyton rubrum species, thus confirming the diagnosis of tinea corporis [ Figure 3 ]. Biopsy from the depigmented patch with Fontana-Masson stain revealed absence of Dermatophyte infection bordering a vitiligo patch is a rare occurrence and the exact mechanism for such association has not been elucidated. Histologically, in vitiligo there is loss of melanocytes with subsequent replacement by Langerhans cells. [1] These being antigen presenting cells for dermatophytic infection are known to play a pivotal role in inducing T-lymphocyte response to trichophytin in dermatophytosis, ultimately responsible for the elimination of dermatophytic infection. [2] Furthermore, the increased number of Langerhans cells in vitiligo patches may lead to early and rapid elimination of fungus from vitiligo area, only to remain at the border of the patch. Additionally, Indian Dermatology Online Journal -2015 -Volume 6 -Supplement Issue 1 there is also keratinocyte damage in normal looking skin adjacent to vitiligo patch, which is either absent or decreased in the stable vitiligo lesion. [3] Sharma, while reporting dermatophyte infection bordering vitiligo in a young lady, hypothesized that there may be alteration in the antigenicity of dermatophyte-infected (damaged) keratinocytes surrounding but not within vitiligo lesions, which is recognized by trichophytin-specific T-cells responsible for peripheral localization of dermatophyte infection in the vitiligo lesion. [4] The other possible mechanism proposed is the actinic theory in which actinic radiation induces recruitment of inflammatory cells (neutrophils and monocytes) into the vitiligenous area and not the normally pigmented skin, leading to death of dermatophytic conidia. [5, 6] This probably explains sparing of the vitiliginous area and involvement of border of the vitiligo patch. However, the actinic radiation might not be responsible for this phenomenon in our case as both vitiligo and the dermatophytosis lesions involved a relatively sun-protected area (the patient wears a saree that covers the involved area).
Okuwa and Horio, while investigating the role of PUVA on dermatophytosis in guinea pigs, found that it has a suppressive effect on the immunity of dermatophytosis and also delayed spontaneous resolution, which was attributed to depletion of ATPase-positive Langerhans cells. [7] In concert with this, it may be speculated that PUVA treatment in our case might have suppressed the immunity against dermatophytosis and delayed spontaneous resolution leading to persistence of infection.
Furthermore, tacrolimus, being an immunosuppressive agent is known to predispose not only to superficial dermatophytosis but also deep dermatomycosis involving the hair follicle. Yamamoto and Nishioka have reported a patient of psoriasis involving the face treated with topical tacrolimus 0.1% who developed deep dermatomycosis over the lesion. [8] It is possible that the independent immunosuppressive actions of PUVA and tacrolimus together might have made our patient vulnerable to fungal infection. However, it is an enigma why dermatophyte infection involved a single patch of vitiligo leaving other vitiligo patches unaffected.
Additionally, it might be reasonable to consider the morphology of dermatophyte infection bordering vitiligo in the index case as an expression of Wolf's isotopic response as the fungal infection occurred on a vitiligo patch. [9] In conclusion, the mechanisms involved in the peculiar occurrence of dermatophyte infection encircling vitiligo remain cryptic. Various hypotheses have been put forward in an effort to elucidate the same. Establishing the underlying mechanism for such an occurrence might help in understanding co-localization of various dermatological conditions.
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Sir, Bowen's disease (BD) is an intraepithelial squamous cell carcinoma (SCC) in situ with a potential for invasive malignancy.
Although it has a propensity to occur in sun-exposed areas, other unusual sites are also described. [1] BD is unusual in the pigmented skin and the pigmented variant of BD occurs in less than 2% of cases. [2] Etiology of BD is not clearly understood but various strains of human papilloma viruses, arsenic exposure, and immune suppression have been considered as the risk factors. [3, 4] Lesions arising in scars have been described. [5] Three to five percent cases of BD have a risk of developing SCC; metastasis may occur in 1/3 of these invasive tumors. [6] We describe an unusual case of giant pigmented BD over an atypical site.
A 68-year-old male presented with a gradually progressing, asymptomatic plaque over the left lower abdomen of 25 years duration. He had applied topical herbal medications with no improvement. There were no medical co-morbidities or excessive sunlight exposure or exposure to arsenic, radiation or underlying immunosuppression. There was history of constant friction at the waistline due to tying of dhoti, a traditional outfit of south India. Cutaneous examination revealed a well defined, hyperpigmented, scaly, verrucous, irregular plaque with a central area of depigmentation measuring about 11 × 5 cm [ Figure 1 ]. Differential diagnoses of Bowen's disease, basal cell carcinoma, and lupus vulgaris were considered. An edge biopsy sent for histopathological examination revealed hyperkeratosis, acanthosis, and irregular elongation of rete ridges with thinned out papillae. Scattered dyskeratotic cells having homogenous eosinophilic cytoplasm and hyperchromatic nuclei were noted imparting a windblown appearance [ Figure 2 ]. Focal areas of dysplasia were noted with a few atypical cells having hyperchromatic nuclei with an intact basement membrane. Scattered melanin pigment was observed within the cytoplasm of the atypical keratinocytes.
[ Figure 3 ]. The deeper dermis revealed mild to moderate perivascular chronic inflammatory infiltrate. Multiple sections did not reveal features of SCC. A final diagnosis of pigmented type of Bowen's disease was thus confirmed.
In 1912, John T. Bowen described Bowen's disease as a form of in situ SCC, with a potential to progress to invasive carcinoma. [7] Histopathologically, it is characterized by the "windblown" pattern of the epidermis, with loss of polarity and presence of nuclear atypia and mitotic figures. [7] Various treatments including topical imiquimod or 5-fluorouracil, cryotherapy, surgical excision, electrocautery, photodynamic therapy, lasers, and Mohs micrographic surgery have been attempted. [1, 2] Excision and primary closure was relatively easy in our patient as a rapid treatment. Cosmetic outcome was not a major consideration for the patient because the lesion was situated in a covered area. Surgical excision was hence chosen ahead of other options such as cryotherapy and topical 5-fluorouracil. [8] 
